A 58-year-old womansuddenly developed right exophthalmos. A CT scan of her orbit revealed an increase in volume and density of extraocular muscles and intraorbital soft tissues that resembled exophthalmos in Graves' disease. The exophthalmos gradually improved without treatment. Twomonths later she developed mononeuritis multiplex in her limbs, and then showed a sudden onset of swelling of her right calf. Sural nerve biopsy was performed and the diagnosis of polyarteritis nodosa (PN) was established from the histological findings. A rare case of PNwith exophthalmos is herein reported with a review of the literature. (Internal Medicine 32: 232-236, 1993) 
Introduction
Exophthalmos is a symptom frequently associated with Graves' disease (1) . However, the pathogenesis of exophthalmos in Graves' disease has not been clarified (1) . Vasculitic syndrome may be associated with exophthalmos, but occurs rarely (2-4) except for Wegener's granulomatosis (5, 6). Here we report a case of unilateral exophthalmos prior to necrotizing vasculitis accompanied by mononeuritis multiplex.
Case Report
The patient was a 58-year-old womanwith a history of subarachnoidal hemorrhage five years earlier and hypertension for eight years. She had been followed at the Division of Neurosurgery without medications for several months. In June 1990, she recognized right eyelid swelling and exophthalmos without any pain ( Fig. 1) . She consulted an ophthalmologist at the hospital. An exophthalmometer revealed an obvious protrusion of her right eye. Her left eye was normal. Visual acuity, visual field, retinography and eye movement were normal on both sides. Computed tomography (CT scan) of her orbit revealed swelling and increased density of the right extraocular muscles and intraorbital soft tissues (Fig. 2) have improved from two months earlier (Fig. 3) . The vesicular sounds and heart sounds were normal. The liver, spleen and the kidneys were not palpable. On neurological examination, the cranial nerves were normal. Motor weakness was found in the upper and lower extremities with greater affection of the distal portions. The patient had dysesthesia, hypesthesia and hypalgesia in a gloves-stocking type distribution. However, the ulnar side of her left hand was only affected to a slight degree both in the motor weakness and sensory impairment. anti-neutrophil cytoplasmic antibody (ANCA)and crossreacting protein were all negative. Complement and immunoglobulin levels were within normal limits. The triiodothyronin was 1.2ng/dl, the thyroxine was 14.3 /ig/dl and the thyrotropin was 3.3 /iU/ml. An X-ray film of her chest was normal and electrocardiogram revealed slight left ventricular hypertrophy. Urinalysis disclosed 1+ for blood on the dipstick but its microscopic study demonstrated no abnormality. The nerve conduction studies revealed a decrease of both the motor and sensory conduction velocity in the tibial nerve, and sensory conduction velocity in the medial nerve. Howeverin the left ulnar nerve, motor conduction velocity was normal and sensory conduction was only slightly decreased.
Clinical Course
On the seventh hospital day, she suddenly developed burning pain and swelling of the right calf. Magnetic resonance imaging (MRI-CT) of her calf revealed a high signal from the flexor muscles on T2-weighted image, but the vessels were not recognize^clearly (Fig. 4) . The symptomsin the right calf diminished without treatment in a few days. On the twelfth day, sural nerve biopsy was performed under lumbar epidural anesthesia. The sural nerve disclosed a marked loss of myelinated fibers with severe axonal degeneration (Fig. 5) . Inflammatory cells were infiltrated in and around the epineurial vessels (Fig. 6A ). Arterioles and small or middle-sized arteries were most severely affected. Somearterial lesions were accompanied by fibrinoid necrosis of the vessel walls (Fig. 6B ). There was no infiltration of eosinophils in the biopsy specimens. Therefore, we assumed that the neurological involvement, which was mononeuritis multiplex in the clinical features, was caused by necrotizing vasculitis. She had no history of drug use or respiratory infection before the onset of exophthalmos and peripheral neuropathy. Onthe basis of the histological findings and medical history, we diagnosed polyarteritis nodosa (PN). Sixty milligrams prednisolone (PSL) was administered. Eosinophil count normalized rapidly, but other laboratory studies did not change. The muscle strength gradually recovered with rehabilitation. Hypesthesia and dysesthesia in the hands and feet remained. She could walk by herself when she was discharged after three months.
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